INTRODUCTION
In the initial phase of infection, American cutaneous leishmaniasis (ACL) lesions are characterized by the recruitment of blood neutrophils and monocytes (1) . Leucoytes play an important role in host defense, and their recruitment to infected tissue may constitute a crucial event in the control of infections such as leishmaniasis. Peters et al. (2) reported that neutrophilis are rapidly mobilized to sandfly bite sites, where they phagocytose L. major parasites. While the saliva of the transmitter insect increases mouse macrophage chemotaxis, lipophosphoglycan (LPG) -the main component of the surface of Leishmania -reduces it, highlighting the capacity of this molecule to damage phagocyte responses (3) (4) (5) . Chen et al. (6) reported that neutrophils may play an important role in the development of resistance to T. cruzi infection in BALB/c mice, despite the fact that neutrophil depletion reduces the degree of infection by T.
cruzi in C57BL/6 mice, possibly through modulating the Th1/Th2 dichotomy in different directions. Other studies have shown that neutrophils may contribute to the immunopathology in experimental cerebral malaria (7, 8) . These examples show the paradox and complexity of the roles of neutrophils in infections.
It is well known that the polymorphonuclear cells (PMN) are the first line of defense against infections and have a prolonged lifespan of approximately 6 to 10 hours in the bloodstream, after which they undergo spontaneous apoptosis (9) . According to Aga et al. (10) , these cells have their survival time increased by the inhibition of apoptosis induced by Leishmania parasite, predisposing them to serve as hosts to the parasites in the initial phase of infection. Lima et al. (11) have already reported that neutrophils present a leishmanicidal activity by holding back the spread of the parasite at the beginning of the infection. However, the precise immunoregulatory role of PMN infected with Leishmania is not completely understood. Previous findings document in vitro migration; however, in in vivo migration, in an air pouch model, the injection of L. major and L. donovani led to a rapid and transient accumulation of leucocytes (12) . Although it seems ideal to use polymorphornuclear and mononuclear infiltrates in the injured skin to examine the function of these cells, it is almost impossible to obtain enough cells from local tissues for this purpose (13) . Thus, we proposed the use of in vivo migration of these cells in response to Leishmania spp. in the mouse peritoneum. (Table 1) . Recruited cells were counted directly with Turk's solution in a Neubauer chamber.
The peaks in cell migration into the peritoneal cavity were observed at six hours in The values are means ± SEM and are representative of two separate experiments with six mice per group (each time period). *p < 0.05 compared to control group (0 h); (ANOVA followed by Bonferroni's t test).
In the current study, the presence of a greater number of PMN, compared to mononuclears, at the beginning of the infection agrees with the results obtained in vitro using a chemotactic assay of human leucocytes (15) . Matte and Olivier (12) reported that the inflammatory events of leishmaniasis that occur at the inoculation site could direct the type of species-specific pathogenesis that will be developed subsequently. Tacchini 
